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Io~er In the hypmlansk : g, oup with two or more anxiety symptoms then in 
the h y ~  group without (p < 0.0~). In both hypeflen~tve groups with 
anx~ty symptoms tilt left the indexes of ~mpethet¢ modulation unchanged, 
In Ilypeflen~v~ SU~ ~ anxiety I~Jmpto~l~ tilt alao i ~  a slgnlfiP~m 
fag in afloflal l~mSSUm (p < 0,05), Tho mean LVMI was i~gnifican~/blgher On 
the 1 1 ~ 0  subtects w~ two or morn emxloly symptoms than in those 
withOUt (144.7 ± 3.0 vs 133.4 ± 2.31. p < 0,05), 
Coedu~: Noeee~lve  and hy~)t~m~  w~ aexmty 
toma slx~ed in¢~u~d ~mpath~¢ modukUio~ of hea~ rate at ~t ,  Hvpm- 
~ m~¢t= w~ ~ wmp~m~ had Iowm ind~ of pamympame~ 
lores t~mr~ to be ~ with ~ d(~_~n(ml of ieft vent~¢ulm r~l~rWo. 
• Autonomlo Oyl lunct lon  and Insulin I 1 ~ ! ~  
A,P, ~ ,  T. I,,l~m, A. ~ J.J. ~ ,  M-R, Ulhel1~. ~ o t  
Elaot~mu~/: I ~  ~ (IR) ~ the nsk ol suddan dea~, hew, 
e~e~. me ~ s )  remains u = ~  11~e o~mnt study ~ harem- 
flex ~ (BS) In a mt mod~ ol IR 
Meee~m., ~ Dm, d~ rats ~ random~-ed to (t) ~ (C)(n = n) 
O~ (2) IR (n = 14). IR ~ induced by a fn¢lose nch M Blood ~ 
(BP) w~s ¢ l ta~ in ¢onscmtm. ~ rats. to ~ a bammcepl~ 
med~lted change m head rate (HRI using ~ (PEXO.2-3 pO) 
~,"~-u~-,aulide (N~P) (0.5-18 ~O)- P1E reduced BP changes ~ pedom~d m 
the ixesance ~x abwnce o l m .  
/~su~" The graph mpeds me r~,an ~ SEMBS~r  PE reduced ek~a~on 
in BP with m ~hout atropine. BS ~ l~u l  almpme vra~ 2.5 fold le~ m IR v~ 
C rats~ This d~erence was due 1o ddlmencs~ s in HR satce BP cl~ange reduced 
by PE was simil~ betwBen gre~ps, but n~l.xmlum HR change t~ls ma~ 
blunted at IR ve. C (-88 ± 32 IR~m vs.-238 ± 36 blPm. p < O01). Atrepme 
negated this diflenmce ~ C and IR rats. On the other ~ BS was not 
d~k~mnt hetwesn gloups fo~ NTP-md~ced reductmn in BP 
~ :  These data mdK:ate U'tat IR doom regulates pam~sympalhe~c 
lu~ctmn since the ddference m BS between groups was ebminaled m 
presence ol a~.  Autonon~c d ~  ~s known to be anhy1~ 
and ~ explain the increased rlsk of sudden death in IR. In ~ I~S 
may also play a mechanistic role in the vescu~ar dysturv3ion in IFL 
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Background: It is well-known that obese subjects {0) and hypertenswe pa- 
tients (HT) have higher plasma nore~nephrine (NE) and higher insulin (INS) 
levels. To evaluate the relationship between sympathetic activity, insulin s~onsi - 
tivity, leptin level (Lep) and blood pressure elevation (BP-E) in normotensives 
(NT) who gain their body weight, we conducted this longitudinal st:Jdy. 
Methods: Body weight (BW), BMI, BP, plasma NE, INS and Leo were 
measured in 603 NT men at month 0 and month 6. The suolect~, who had 
diabetes were excluded. 
Resutts: As body weight increment (Wl), no-changa (NC) and BW decre- 
ment (WD) during 6 months were defined as >+0.5. -0.5--+0.5, <_ -0.5 k~m ~ 
compared to BMI at entry period, Wl, NC and WD were noted in 13%, 78% 
and 9%. BMI and BP levels in Wl at entry period was similar to those in WD. 
however, those in Wl at month 6 were significantly greater than those in WD. 
At entry penod, NE, INS and Lep in Wl did not differ from those in NC nor WD. 
On the other hand, NE at month 6 were significantly greater in Wl then those 
in WD, but INS and Lep in Wl were similar to those in WD. The changes in NE 
(ANE) from entry pedod to month 6 in Wl was greater than in WD, however, 
~,INS and &Lep in Wl at month 6 did not differ from those in WD. 
Con~ua~: These re~ui~i ~km~rete  that zympathet¢ hy~m~w~, eo~ 
hVl~ml~ullnemie, PlaY~ an l l1~nt  n~ in BP etevat~ w~ mcnmmn 9 8MI 
m NT, Sympathet~ hyperactMty ~l rt'qatm:l wA'h o b ~ , ~  l'etINI, mm~uon, 
M. Suzuki. K. Yamam0to. ~ Wt~Ml~=e. T Iwata. Yatt~Ww!~ C~y (~lN~g 
~ ,  ~ J~a~ 
~ Ptum~ mm natt~,fetk= pe~lffi~ (§NP) hes em~ ~ 8 ma~ef 
M~tP,~: O~ th~ barn of 6NP (23 ± 8 l~ltml) m 15 ~ (NT)(87 
with ~~,,T-,~II 0NIP (~1 ± 14 pg/~) (wr.i; n = ~4) and I f¢~ BNP 
(66 ¢ ;~ p~t111, p ,~ 0.0~ ~ NT) (HT-tl; n= 11) at ~ ,  At a meen k~low 
upon70 ~: t 6mo~!~, LV fu~' t~ ~xt geemetW were echeca~.~,--~tw.a~ 
mmP,wd ~t  the ~ da~ 
ReSu~s* Them were no S~nlflcanf (~Itmm(~e~ m mean bloed ~ (Bp) 
aml LV ma=m nSe~ (LVMt) M t~dme betMz~n HT.I amt HT.II (Bp, 108± 12 
vs 104 ± 12mm~ LVMI, t00 ± lava I04 ± 160/m~), ~ LV f~¢t~l l  
e~x~e~,-~ (%PS) eof #m eady to lain vek0oty ra~m of ~ Doppl~ ltow 
(ETA) weft) (Mfefe~ betwe(m I"11".1 and HT.II (%1~, 41 * 5 vs 43 * 5% EtA. 
0 .~ • 0-33 vs 0.82 ~: 0 16). At the fonow-up ixmod. BP. LV hatctk~ and BNP 
were mlatn~ unchanged in both t~mupa. ~ ,  m ¢onlfast to HT4 (LVMt, 
101 * 17g/m~), HTdl id~o~edlhee~nW~¢a~ mcmalein LVMi(120 + 15~w z, 
p• 0.05). 
~ c S ~  b~ee~ of 6NP has a p~k~e va~e ol ~e  ca~ac  ~ 
eM~ ~ Pq~UlekD U u ~ Ilknd..' 
ot ve.tde.~ ~ -  ~ WRh me 
K. Yantamoto, E_A. Bemtudez. M.M. ~ .  MayD C ,~ RoC=hM~; MN. 
The [,==~,:= elLV I~mpl~ (LVH) ha~ recognized pr-,.~i,-,~=-~ mplicatmn= 
m pa~m~ t~h ~udiovascular ¢[meese. The ECG is spaar¢ Ixd very in~n- 
sd~ve ~r ff~e detoct~n d LVH. E ~  ia slmsdive but (ncpens;ve. 
An ~ ¢flagrms~ ~ ot LVH is noeded. Enhanc~l mq~,es=~n 
of a~r,al (ANP) and brain (BNP) nal~mel¢ pa~ nccum eady m lha l~per- 
=topic n~penoe and me nmnun~ pap~des may be e~p-,:=;¢ ~ ot 
LVH. We measured BNP and C-Imminal (C-ANP) and N-tem~nal (N-ANP) 
ANP m 264 pts undergaing ~ ~n t~m nmasuremem of LV 
mass, ~.=~ (LVMI) by M-mede eclt0ca~ogfa!~ (ASE conventinn) was pos- 
sible. A bmlo~ of ~ e/per'c, ma0n was p~c-~e~; m50P,~ o~ Dis. Ahimmy of caronory 
aur~ dl, sease ~ras presem in 19% of pls. By echo, LVH (LVMI >131 g/m2 in 
males and LVMI > 100 g/m2 in femalas) was present in 56 pls. Recaiver ol~f- 
a~xj ~ (ROC) ana~as wes pe~Bmed, l~e area u~e~ the ROC 
cuwe for the d~eclion of LVH wes 0.72 f~r BNP which was larger tSan that 
for N ANP = 0.65 o~ C-ANP = 0.64 (p .~ 0.05). The ¢omHalk~l betwee~ U.~.~I 
and in BNP was S~p3;f~3; (r = 0.37, p • 0.000) and str011g~r lt~ft ~ for 
N-ANP or C-ANP. The sensory and speG~t-y of el BNP >37 pg/ml (mean 
+ 2SD m nonrna~) for me det~:~on of LVH ~m 64% and 72% as compared 
to 11% a~l g6% f~r ff~e ECG. BNP is much morn ~-~-~flve theft the ECG aml 
represents an affracttve alternate, ;r~.~-,~=~e method to screen for LVH. 
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Purpose: We sought to investigate the outcome of car~oputmonary esusci- 
tation (CPR) after in-hospital cardiac arrest in octogenanans, 
Methods: A re t ros~ review was conducted of 91,372 hospital dis- 
charges from 1/1/93 until 6/30/96. Cardiac awest wes reporled in g56 Pahents- 
Patients <80 years old (average 64 years, n = 482) were compared to those 
